INTRODUCTION
============

The arrival of the novel coronavirus disease COVID-19 has caused a global pandemic affecting more than a million people ^\[[@b1-1779-1-15061-1-10-20200712],\ [@b2-1779-1-15061-1-10-20200712]\]^. While the symptomatology of the disease varies greatly between individuals, it can cause critical illness and severe respiratory failure ^\[[@b3-1779-1-15061-1-10-20200712]\]^. The variety of complications associated with this novel pathogen are being recognised. One such complication is an increased risk of thrombotic and thromboembolic disease in patients with severe COVID-19 infection ^\[[@b1-1779-1-15061-1-10-20200712]--[@b7-1779-1-15061-1-10-20200712]\]^, even those who are anticoagulated ^\[[@b3-1779-1-15061-1-10-20200712]\]^. The high incidence of thrombotic complications seen in COVID-19 infection is thought to be due to the direct effect of the pathogen on the coagulation system ^\[[@b1-1779-1-15061-1-10-20200712],\ [@b3-1779-1-15061-1-10-20200712]--[@b6-1779-1-15061-1-10-20200712]\]^, and indirectly via mechanisms such as critical illness, severe inflammatory response and immobility ^\[[@b3-1779-1-15061-1-10-20200712]--[@b6-1779-1-15061-1-10-20200712]\]^.

CASE DESCRIPTION
================

We treated a 67-year-old man who developed severe COVID-19 infection. He unexpectedly developed priapism in the last days of his life. Given the rarity of priapism ^\[[@b8-1779-1-15061-1-10-20200712]\]^ and the increased incidence of thromboembolic events and microemboli formation observed in patients with severe COVID-19 infection ^\[[@b1-1779-1-15061-1-10-20200712]--[@b7-1779-1-15061-1-10-20200712]\]^, we hypothesise that this patient may have developed priapism due to a prothrombotic state associated with COVID-19 infection.

The patient presented on 30 March 2020 with a 2-week history of pyrexia, myalgia, cough and breathlessness. His co-morbid conditions included dilated cardiomyopathy of unknown aetiology, cutaneous scleroderma, paroxysmal atrial fibrillation (anticoagulated with warfarin), type 2 diabetes mellitus, and iron deficiency anaemia.

On admission the patient was hypoxemic (SpO~2~ 85% (FiO2 21%), respiratory rate 28 breaths/min), and haemodynamically compromised (blood pressure 86/51 mmHg; heart rate 88). Admission blood results showed platelets 108, D-dimer 428, APTT 40.2, PT 27.1 and fibrinogen 7.0. A pharyngeal swab PCR test confirmed SARS-CoV-2 RNA. Electrocardiography revealed a sinus rhythm with left bundle branch block (chronic). Chest x-ray (CXR) showed extensive consolidation in the right hemi-thorax, and ground-glass opacification in the left mid and lower zones suggestive of COVID-19 pneumonia.

Treatment started on admission included supplemental oxygen, intravenous ceftriaxone, oral doxycycline and oral oseltamivir. Due to worsening hypoxia (SpO~2~ 88% on 15 litres/min of oxygen), a trial of continuous positive airway pressure (CPAP) was commenced, which the patient found distressing. Despite treatment with CPAP and high flow nasal oxygen, the patient continued to deteriorate, and there was evidence of multi-organ failure. A repeat CXR showed four quadrant infiltrates in keeping with the development of acute respiratory distress syndrome. Subsequently, the patient developed minor penile bleeding and paraphimosis, which was reduced on two occasions. Following discussions with the patient, treatment focus was redirected to the management of his symptoms, and curative intervention ceased.

Of note, a few hours later he developed an exquisitely painful priapism with a dusky appearance and rigid corpora cavernosa, suggesting low-flow (ischaemic) priapism \[[@b8-1779-1-15061-1-10-20200712]--[@b10-1779-1-15061-1-10-20200712]\]. Other than possible minor trauma from reduction of the paraphimosis, there were no known risk factors for priapism; new medications that were started were not associated with priapism. The condition was managed conservatively due to his rapid clinical deterioration, based on urology advice. The patient died shortly afterwards.

DISCUSSION
==========

Venous thromboembolism is increasingly recognised as a complication in patients diagnosed with COVID-19, especially those with severe disease ^\[[@b2-1779-1-15061-1-10-20200712]--[@b6-1779-1-15061-1-10-20200712]\]^. We recognise that trauma from the manipulation of his paraphimosis may have played a role in the development of our patient's priapism, however given the rarity of this as a complication of paraphimosis, we hypothesise that coagulopathy and possible microemboli formation secondary to COVID-19 infection may have led to obstruction of draining venules, resulting in low-flow priapism ^\[[@b8-1779-1-15061-1-10-20200712]--[@b10-1779-1-15061-1-10-20200712]\]^.

In conclusion, we believe this case may support the growing evidence of coagulopathy and thrombotic events associated with severe COVID-19 infection ^\[[@b1-1779-1-15061-1-10-20200712]--[@b7-1779-1-15061-1-10-20200712]\]^. Further strategies are required to diagnose and prevent thrombotic disease in patients with COVID-19, keeping in mind the emerging evidence that prophylactic dose anticoagulation may not be sufficient in preventing thromboemolism in patients with severe infection ^\[[@b1-1779-1-15061-1-10-20200712]--[@b5-1779-1-15061-1-10-20200712]\]^.
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